asthma. 4 In our population this linkage was explained by BHR, but not atopy. 4 ChroBackground -Clinical asthma is associated with increased serum total mosome 5q31-33 may be relevant to asthma as genetic variation in this region appears to immunoglobulin E (IgE), atopy (skin prick test positivity to common aeroallergens), influence total serum IgE levels and a number of candidate genes reside in this chromosomal and bronchial hyperreactivity (BHR) to non-specific stimuli (positive metha-vicinity. [5][6][7] Total serum IgE levels correlate with clinical asthma and allergy 3 but linkage studies choline challenge test). A region on chromosome 5q31-33 has been linked with of chromosome 5q with clinical asthma or atopy have not been reported.
effect of each locus, loci interactions), and the respectively. Other than siblings concordant for BHR alone, none of the sibling pair groups showed any excess of allele sharing. by affected siblings exceeded significantly that expected by chance. To clarify linkage of this
The absence of linkage between chromosome 5q31 and atopy is not entirely unexpected as marker with atopy or BHR alone, we also analysed sibling pairs who were concordant for atopy may be more closely related to specific IgE antibodies than to total serum IgE levels.
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atopy without BHR or concordant for BHR without atopy. Even where linkage of chromosome 5q31 with total IgE has been found, no linkage with IgE These studies were approved by the Alfred Hospital ethics review committee.
specific to common aeroallergens could be demonstrated.
5
In an analysis of a subset of a Dutch study, chromosome 5q31-33 was linked with BHR.
7

Results
We found 13 different D5S399 alleles in our The strongest linkage was seen for markers slightly more towards the end of the chromosome population with a calculated heterozygosity of 81%. The sizes of alleles were assessed by spe-than D5S399. We found no evidence of linkage between D5S399 and BHR in 51 affected sibling cific molecular markers and DNA sequencing reactions run on each gel. The most common pairs, but there was a 16% excess of shared alleles in 16 sibling pairs who shared BHR in alleles were 115, 117, and 127 base pairs in length. Based on the observed distribution we the absence of atopy. Although not of statistical significance, this observation may be important expected that sibling pairs chosen at random would share, on average, 1.24 alleles. In 45 as more distal markers might reveal stronger linkage to BHR. Detailed mapping of chromosibling pairs who shared clinical asthma we observed an average of 1.09 shared alleles (p= some 5q is needed to examine the possibility that a gene affecting BHR is in the vicinity. 0.95). In 103 sibling pairs characterised with atopy (table 1) we observed 122 shared alleles
In conclusion, our findings indicate that in an Australian population chromosome 5q31 does (1.18 shared alleles per pair, p=0.82). Of these, 68 siblings were concordant for atopy without not exert a substantial influence on the inheritance of asthma or on atopy. Linkage between chromo-BHR and they shared 83 alleles (1.22 shared alleles per pair, p=0.61). Concordance for some 5q31 and BHR warrants further study. BHR was found in 51 siblings in whom a total 
